thirty minutes she was asked to sit up and lie down repetitively. The number of times she had to repeat the movemrent before she was able to do it without any difficulty was taken as an index of her myotonia. Instead of the expected maximal myotonia with the first movement, she was able to sit up from the supine quite normally two or three times. Typical myotonia of the extensor muscles of the spine then became apparent and she had extreme difficulty in sitting up. This gradually subsided with successive movements until she was quite normal after repeating it seven to ten times ( Fig. 3 ).
Discussion.-In myotonia the delayed relaxation of muscle after a contraction (active or voluntary myotonia) is characteristically maximal with the first contraction and declines progressively with successive contractions. The phenomenon of a few normal movements prior to the onset of typical myotonia in this patient is of particular interest. On theoretical grounds it suggests the possibility of an enzymic defect by which the muscle is only capable of relaxing normally for one, two or three contractions. The presence of hypertrophy of the muscle fibres in myotonia congenita might be due to the accumulation of one of the intermediate products of metabolism. Percussion (mechanical) myotonia is due to the increased irritability of the muscle to mechanical stimulation and the associated delay in relaxation. It is of interest that the tongue, in contrast to the skeletal muscle, is not hypertrophied.
The phenomenon described in this patient is not the same as the so-called paradoxical myotonia (Stattmuller, 1923; Marshall, 1952) in which the mytonia progressively increases with successive contractions (Fig. 3) . It also differs from the increase in myotonia associated with increased force of contraction (Ravin, 1939) , but bears some resemblance to the increased myotonia with the second contraction recorded by Ravin (1940) . A suitable description in our case would be "delayed myotonia". History.-First seen 15.9.59. During the previous four weeks he had had three attacks in which the area of scalp around his left ear had become swollen, at times causing outward displacement of the pinna. The swelling, which lasted up to five days, sometimes involved the left side of the face and the back of the head. It was painful and the overlying skin was tight and shiny but not red.
He was seen during the third attack, though a little after its height. He was not ill but cedema of the scalp waspresent immediately above the left pinna, the upper part of which was displaced outwards. Five days later he developed a left facial weakness and was admitted to hospital on 23.9.59. On admission.-Not ill, but with a complete left lower motor neuron facial paralysis and a pink left ear drum. Despite physiotherapy the left facial weakness did not improve and electrical tests on 6.11.59 showed complete reaction of degeneration. 31.12.59: Decompression of the left facial nerve was performed. The whole of the descending portion of the nerve was exposed and its sheath incised; the upper part of the nerve was cedematous and the lower part atrophic. No infection of the middle ear or mastoid was evident. Early signs of recovery in the nerve are now appearing in that there is a greater ability to close the left eye and minimal movament of the angle of the mouth. This case is an example of Melkersson's syndrome which comprises the following triad:
(1) Peripheral facial palsy, which may be familial, is often bilateral and may show a tendency to relapse. (2) Angioneurotic facial cedema, especially of the lips. (3) Lingua plicata. In this case, fissuring of the tongue is limited to lateral serration.
"Dysregulation of the vasa nervoram" (Kettel, 1959) as a result of autonomic stimulation is responsible for this type of facial nerve palsy. The blood supply of the facial nerve has never satisfactorily been demonstrated owing to the difficulties of intratemporal bone dissection. Blunt (1956) , by injection techniques, was able to show an arterial anastomosis between branches of the external carotid artery and the middle meningeal and anterior inferior cerebellar arteries. Using a development of a method first suggested by Dr. Oliver Gray (1948) , temporal bone dissections in Perspex have provided a new means of following the courses of all soft tissue structures within this bone. Fig. 1 shows the horizontal and vertical parts of the facial nerve within a left temporal bone and its relations with the semicircular canals, the structures of the medial wall of the middle ear cavity, the dura mater and the lateral sinus. The vertical part of the nerve between the lateral semicircular canal and the stylomastoid foramen is that part affected in Melkersson's syndrome and Bell's palsy, and is the segment freed from the enveloping fallopian canal by the decompression operation.
